
TO COMPEL MIDWIVES TO REPORT CASES OF
PURULENT OPHTHALMIA OF INFANCY.

At the Meeting of the Association in Milwaukee,
in 1893, resolutions were adopted by the Section on

Ophthalmology approving of legislation which would
compel midwives to promptly report cases of purulent
ophthalmia of infancy to some legally qualified prac-
titioner. As a result of the movement then inaugur-
ated, midwives are obliged to report these cases in
New York, Maine, Rhode Island, Connecticut Min-
nesota, Ohio, Maryland, Missouri, Pennsylvania, Iowa,
New Jersey, Illinois and Michigan, covering a popu-
lation of over thirty-four millions. The prosecutions
have not been numerous and still more rarely have
midwives been severely punished for neglect in this
respect. But the very existence of this law has had
an admirable effect, and wherever a midwife has thus
been brought to a sense of her duty, even by arrest,
that has had a better effect upon the remainder of her
class than all the lectures given and pamphlets pub-
lished.

We call attention to this law for the reason that it
should be passed also by the legislatures of other
States and we trust that ophthalmologists, who most
frequently see these sad results of ignorance and
delay of midwives, will take the matter in hand, and
also that medical journals in States without this pro¬
vision will agitate the subject, so that when their
legislatures convene, as most of them do about this
time of the year, some move may be made to extend
still further the effects of this beneficent law.

THE PATHOLOGIC MECHANISM OF TREMOR.

Although it is one of the most common of morbid
motor symptoms and a very general accompaniment
of states of weakness the phenomenon of tremor has
not yet received a perfectly adequate or satisfactory
explanation. We can conjecture of course its mech-
anism and assume, with Dana, that it is a derangement
in the rhythm and force of the tonic influences pro-
ceeding from the brain to the muscles, or that it is in
some way connected with impaired nervous conduc-
tion, but the underlying states that give rise to these
lesions of function have not been made clear, nor has
this been generally seriously attempted in the works
treating of nervous disorders. We can say therefore
with Landon Carter Gray, in Dercum's text-book
of nervous diseases, that the intimate pathology of
tremor has been so far an unknown quantity, notwith-
standing all the clinical studies and pathologic investi-
gations of the various disorders of which it is a
characteristic symptom.

While it is true that as yet we have had no perfectly
satisfactory theory of tremor, as regards, at least, its
ultimate cause, one thing can be assumed as tolerably
certain, that it is of central, and probably cerebral,
rather than of peripheral origin. Some authorities
have admitted the possibility of lesions of the peri¬
pheral motor tracts participating in its production, but
this must be from interference with cerebral impulses
rather than from the local lesions themselves and were
conduction altogether interrupted it is not probable that
tremor would occur. In a recent paper in the Wiener
medicinische Wochenschrift, Adamkiewicz reports the
results of a clinical and experimental study of this
subject, which seem to throw a certain possible light
upon the possible pathologic mechanism of the symp¬
tom. He starts with the assumption that the phe¬
nomenon is of cerebral origin; there is no tremor that
continues during sleep and from this it may be inferred
that it is a phenomenon of active central innervation,
over which however the will appears to have prac¬
tically no control. It may be defined as a series of
involuntary muscular movements of very brief dura¬
tion, of central origin, and independent of the will.
To demonstrate its character Adamkiewicz employed
the following experiment: A piece of laminaria was
introduced under the dura mater of a rabbit, and its
gradual expansion in that situation caused first spasm
followed later by paralysis and spontaneous tremor.
Tremor, therefore, he concludes is only a higher grade
of spasm, and both, in spite of the pathologic increase
of muscular tonus in spasm, are alike paralytic phe¬
nomena.

According to the view Adamkiewicz adopts, normal
muscular movement is the resultant of two opposed
innervations, the one cerebral, passing from the cortex
by way of the pyramidal tracts to the anterior horns,
the other cerebellar, reaching the cornua through the
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posterior columns. The one is the route of volitional
impulses, the other that of tonic innervation. If the
equilibrium of these is disturbed, by compression or

otherwise, we have according to the part involved two
varieties of motor disorders; if the pyramidal tracts,
we have spasm or tremor from the uncontrolled cere-
bellar innervation; if the posterior columns, we have
the disordered movements of ataxia. To explain how
the tonicizing cerebellar fibers are put into action to
produce tremor Adamkiewicz assumes that, under
pathologic conditions, they are excited by bodily
movements, temperature, etc., and even by the normal
heart pulse and the circulation, excitants that like
other similar agencies are normally unfelt and only
become irritants in conditions of disease.

Tremor can therefore be defined according to the
Adamkiewicz theory as the result of defective func¬
tioning of the pyramidal motor routes and a patho¬
logic irritability of the tonic cerebellar fibers. It is
a symptom of cortical motor weakness and may be
caused, as he claims his pupils have shown, by any
and all influences that diminish the energies of the
cortical motor zones. This would explain, for example,
how emotional disturbances may produce it, as their
action is often directly weakening and can not be
otherwise than cerebral in their action. In fact, any
form of recognized tremor will readily come under
this definition, except possibly that ascribed to peri¬
pheral lesions, and, if such ever occurs, the cause may
also be ascribed to hindrance of cerebral innervation.
All tremors are essentially identical in that they cease

during sleep and are associated with muscular weak¬
ness, which when its source is sought is presumably
of central origin. The theory that the function of
the cerebellum includes the regulation of muscular
tonus, though it has been questioned by some author¬
ities, is apparently the one that is coming to be gen¬
erally accepted and is strongly maintained by André
Thomas in one of the latest published memoirs on

the anatomy and physiology of this organ. That,
with impaired or lacking cerebral inhibition, this
function may be pathologically hyperexcited so as to
produce tremor is not only conceivable but highly
probable according to all analogies and experience in
pathology. Whether it is fully accepted or not, this
theory of tremor offered by Adamkiewicz appears to
be on the whole as satisfactory a one as any yet pro¬
posed, both in its explanation of the presumed details
of the mechanism of the symptom and in its agree¬
ment with admitted physiologic facts.

CONCERNING ATYPICAL TYPHOID FEVER AND
PURE TYPHOIDAL SEPTICEMIA.

Atypical manifestations of typhoid fever are well
known, not only to the clinicians but also to the
pathologic anatomists. At the International Medical
Congress, in Moscow, Professor Chiari, of Prague,

reported the results of his studies concerning the
atypical manifestations of typhoid.1

Deviations from the usual or typical changes in
this disease may occur in the following manner: 1.
The typhoidal changes usually observed in the intes-
tine, in the mesenteric glands, and in the spleen, may
be peculiar. 2. Unusual inflammatory changes, due
to the anomalous localization of the typhoid bacilli
may be met with. 3. It may concern a general blood
infection, without any definite localization, that is to
say there may be a pure typhoidal septicemia.

In the intestine the typhoidal inflammation may be,
so to speak, abnormal as regards its extent, its inten-
sity and its localization. Thus the intestinal changes
may involve not only the lower ileum but the whole
small intestine and even the stomach, as well as the
large intestine clear down to the anus. On the other
hand, only a very few, and even but one single Peyer's
patch, may be involved. In some cases there may be
very extensive inflammation and necrosis, involving
all parts of the intestinal wall; in other cases the
process remains confined to the mucosa, no necrosis
occurs and it requires special attention in order to
find the intestinal lesions. This last is, particularly,
frequently observed in children. It may furthermore
happen that there are no changes in the usual place
in the lower ileum, but that the changes are confined
wholly to the large intestine, or wholly to the stomach.

The mesenterio glands may be but slightly enlarged,
or there may form very large swellings in which
necrosis may occur to an even greater extent than in
the intestinal foci.

The spleen varies greatly also as regards its changes.
It may be but little enlarged, or the enlargement may
reach a considerable extent. It may be accompanied
with copious hemorrhages, foci of necrosis may arise,
the capsule may be so stretched that in removing the
organ it is ruptured, or it may rupture spontaneously
during life.

Then, there are cases in which there is complete
absence of all involvement of the gastro-intestinal
tract, the only changes being in the mesenterio lymph
nodes and the spleen; furthermore, cases occur in
which a very marked acute splenic swelling perhaps
leads to the postmortem diagnosis of typhoid fever,
the so-called spleno-typhoids, of which a case has
been described by Karlinski.2

As regards unusual localizations of typhoid bacilli
and the resulting changes, then it may be said that
there is perhaps no organ in which inflammatory pro¬
cesses, due to the bacillus typhosus, has not been ob¬
served. These were either complications in the course

of otherwise anatomically typical fevers, or there were

atypical typhoidal changes in the organs usually
affected. Thus there have been observed purulent
1 Zeitschrift f. Heilkunde, xviii, 1897.
2 Wiener Med. Wochenschrift, 1891.
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